admission, the temperature was 97 F., the pulse rate was 48 per minute, and the blood pressure was 104/70 mm. Hg. No significant abnormalities were found on complete physical examination. The uri- nalysis, blood counts, erytthrocyte sedimentation rate, blood sugar value, cholesterol content of the plasma, and serologic reactions were normal. SubFrom anatomic abnormalities were found within the heart. The anatomic diagnoses are (1) atherosclerosis of the left circumflex corollary artery with superimposed recent thrombus formation; (2) anatomic variation of arterial pattern with the left circumflex coronary artery supplying the posterior surface of the heart; (3) myoeardial infarction, recent, transmural, posterior; (4) posterior rupture of the myocardial infaret into the pericardial sac with hemopericardium (300 ml.); (5) rupture of the interventricular septum, small, recent; and (6) Secondary hypertrophic osteoarthropathy refers to the syndrome of clubbing of the digits, periosteal proliferation with pericortical deposition of bone, and arthritis incidental to a major visceral disease. It occurred modst commonly in relationship to pulmonary, pleural, or mediastinal disease. It did not seem to occur most frequently incidental to pulmonary malignancy, but in that association it appeared to develop more rapidly and was more painful. Various theories it etiology have been suggested. It was claimed that pulmonary malignancy produced a factor responsible for clubbing. Cyanosis has long been considered in the pathogenesis of secondary hypertrophic osteoarthropathy. In the clubbing associated with cirrhosis it has been suggested that the phenomenon was due to circulating estrogens or related substances. Sectioning the vagus nerve in the chest was followed by regression of the secondary disease even when the pulmonary tumor could not be removed. Since each of these factors cannot be implicated in every patient with secondary pulmonary osteoarthropathy, the pathogenesis must still be considered unknown. The directly inciting factor may be tissue hypoxia, which may be the result of a number of different mechanisms. KRAuSE MCCORMACK and DONALD B. EFFLER
